tional ALOX5 protein, one may predict that any B6.129 knockout-congenic strain that possesses the 129 Alox5 allele in the region flanking the targeted gene also will be essentially an Alox5 knockout and behave similarly to the Alox5 knockout mouse itself.
Overall, the implication of these findings is that this is a good example of a QTL arising both from altered protein function (C57BL/6J versus DBA/2J) and from altered transcriptional or translational efficiency (C57BL/6J versus CAST/EiJ). This highlights the appearance in different ancestral populations (eg, Mus mus musculus, M. m. domesticus, M. m. castaneus) of alternative variants that arise within a single gene that act via different modes of activity, but exhibit similar phenotypic results. Furthermore, these observations demonstrate the ability of QTL mapping approaches to detect both types of genetic variation when they occur within genes whose products are key regulators of biological processes. 
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